RUPTURE of an aortic aneurysm is a rare cause of hmmatemesis and melxna.
Rupture into the cesophagus is particularly rare, and when it does occur, the atiology is usuallv syphilitic and the outcome immediately fatal. The following case is of interest because the patient survived for Io days after the initial htematemesis and the underlying cause was shown to be medio-necrosis of the aorta. Case History A female patient, aged 63 years, was admitted as an emergency to Llandough Hospital on February i 6, 1959. She had had sudden severe pain below the lower end of the sternum and epigastrium while eating her evening meal eight days previously. The pain radiated through to the back and persisted throughout the night. The following day she vomited a small clot of blood and during the week before admission she vomited ' coffee-ground ' material on a number of occasions. Her motions were black for three days and on the morning of admission she passed a bulky black stool; after this there was dyspncea with extreme weakness.
There was no previous history of indigestion, epigastric pain, heartburn, hsmatemesis or melxena. Her bowel actions had previously been normal and there was no history of any cardiac or vascular disorder. During a previous admission to hospital her There was a small saccular aneurysm measuring I.3 cm. in diameter which communicated with the aorta through a well-defined circular orifice measuring 7 mm. in diameter. The latter was situated at the junction of the aortic arch and the descending part of the thoracic aorta immediatelv below and posterior to the origin of the left subclavian artery (Fig. i) . The sac was lined W'ith intima and the aorta was entirely free of atheroma.
The aneurysm had ruptured into the cesophagus through a longitudinal tear 2 cm. in length in the cesophageal wall (Fig. 2) The intima showed a moderate degree of atheroma only, but marked degenerative changes were found in the media throughout the entire length of the aorta. The lesions were focal in distribution and consisted of hyaline and cystic degeneration of the media, resulting in partial and occasionally complete destruction of the elastic, collagen and muscle fibres. In addition, mucoid material stained by Mucicarmine and giving a positive PAS reaction could be detected in the cystic areas and to a lesser degree in the interlamellar spaces of the media. In areas with destruction of the entire media there was definite thinning of the vessel wall. A section taken from the aortic wall near the opening of the aneurysm exhibited a similar extensive area of medionecrosis with more or less complete destruction of the elastic, collagen and muscle fibres (Fig. 3) . None of the numerous sections examined showed any evidence of syphilis.
Differential Diagnosis
The differential diagnosis included gastric or duodenal ulceration, portal hypertension with cesophageal varices, acute cesophagitis and neoplasm of the upper gastro-intestinal tract. The unusual feature in this case was the sudden onset of severe pain during a meal without previous history of heartburn, indigestion or other gastro-intestinal upset. Ramseyer (1956) reported a similar case in which the onset of pain and dysphagia had been attributed by the patient to swallowing a chicken bone. In the present case the sudden pain while eating could also have been due to swallowing a fragment of bone. Frequent cough was a prominent symptom and the patient's general practitioner had considered influenza as a possible diagnosis when he first saw her. In large aneurysms of the arch of the aorta cough is often a presenting symptom and in this instance it is also probable the cough was due to compression of the left main bronchus by the pulsating aneurysm even though the aneurysm was small. Unfortunately straight X-ray of the chest was not performed, but it would probably have proved of little help in diagnosis in view of the small size of the aneurysm and the absence of general dilatation of the aorta. In the absence of cardiovascular signs, of palpable liver, spleen or other masses in the abdomen, bleeding from a peptic ulcer was the tentative diagnosis until the fatal haemorrhage. Indeed the signs, symptoms and presentation of this case fully supports the statement made by Osler over half a century ago that ' there is no disease more conducive to clinical humility than aneurysm of the aorta' (Osler, I909).
Discussion
The incidence of aortic aneurysm is less than it was a few decades ago since the introduction of antibiotic therapy for syphilis. Saccular aneurysms of the aorta are most frequently syphilitic in origin or due to rare causes such as idiopathic medio-necrosis cystica, septic embolus, tuberculosis or trauma.
Rupture of an aortic aneurysm anywhere into the gastro-intestinal tract, without being immediately fatal, is a rare cause of hematemesis and melena. Calenda and Uricchio reviewed the literature in I953 and found that a total of 55 cases had been reported, the majority of which were secondary to rupture of an abdominal aneurysm into the stomach or small bowel. Since then a few more cases have been reported but these also were either immediately fatal or were ruptures at sites other than the cesophagus. Rupture of an aneurysm of the thoracic aorta into the cesophagus presenting as h,ematemesis and melena, with survival for any (Table i) .
Prior to that, Blumenstatt in 1928 had reviewed eight cases in the literature and reported two cases of his own, making a total of 20 cases in the literature of survival after gastro-intestinal bleeding from a thoracic aneurysm. Blumenstatt described two types of aneurysmal rupture:
(i) The immediately fatal type in which all layers of the wall of the aneurysm and the cesophagus rupture at the same time causing a massive haemorrhage. The majority of ruptures are of this type.
(2) The type in which, on the first occasion, the wall of the cesophagus is dissected longitudinally by the force of the blood, and massive haemorrhage occurs subsequently when the cesophageal mucosa ruptures. Patients who survive for days, weeks or even months after the first symptom of rupture, and who may present with hamatemesis and melaena, are in this category.
Our patient experienced severe pain behind the sternum with dysphagia when the aneurysmal sac ruptured into the outer wall of the cesophagus. This was followed during the next week by several small haemorrhages through the mucosa, culminating in a massive haemorrhage on the tenth day after the first episode. The smaller episodes of bleeding probably occurred from minute erosions through the cesophageal mucosa, and the final massive haematemesis resulted from the longitudinal tear in the mucosa which was found at autopsy.
Several authors have analysed series of cases of thoracic aortic aneurysm and their subsequent outcome (Table 2) . Kampmeier (1938) studied the notes of 633 patients with aneurysm of the thoracic aorta and found that pain was the presenting symptom in 40% of cases, dyspncea in a further 40% and the remaining 20% presented with cough, palpitations, hoarseness or dysphagia. Of the cases in Table i . pain and/or dyspncea preceded heematemesis by weeks and even months in some instances. In the majority, rupture occurred in large aneurysms in grossly diseased portions of the thoracic aorta which could be detected by X-ray examination of the chest. Our patient had an unusually small aneurysm, the cause of which was revealed only on microscopy, namely cystic medio-necrosis of the aorta. Although the exact nature of this condition is not fully understood, it is not related to syphilis or to atherosclerosis. It is generally accepted that cystic medio-necrosis can be a predisposing factor in dissecting aneurysms but the case here described could in no way fall into that category. With the present day advances in thoracic surgery it may well have been that this aneurysm could have been treated surgically if the condition could have been diagnosed earlier.
Summary A patient with a ruptured saccular aneurysm of the aorta, involving the cesophagus, is presented. Death occurred i0 days after the initial gastrointestinal bleeding. The post-mortem findings and the histological appearances are described. The literature is reviewed.
I am indebted to Dr. Byron Evans for permission to publish the case, to Dr. T. E. Parry for his valuable help and encouragement in the preparation of the script, and to Dr. F. K. Storring for the histological examination. Thanks are also due to Mr. Leighton Williams for the photographs.
Guy's Hospital on 4.5.6I with a history of progressive breathlessness and palpitations of four years' duration. A heart murmur had been heard at the age of 7 but although she attended a special school she had led a normal life up to the age of 4I. She then sustained an injury to her left leg and had suffered from recurrent swelling in it since. She also suffered accidental injury to the front of her chest and thereafter complained of pain in the chest. For the past ten years she had noticed gradually increasing breathlessness and occasional palpitations and suffered from frequent chest colds. Prior to admission her breathlessness was of such a degree that she was confined to bed.
Examination revealed a thin patient with cyanosed mucous membranes and early clubbing of the fingers.
The jugular venous pressure was raised 4 cm. above the sternal angle and well marked ' a' and ' v' waves were present. The apex beat was in the 6th space i in. outside and the mid-clavicular line and was diffuse in character. There was a moderate left parasternal pulsation. A pansytolic murmur was audible at the apex and left sternal edge with a soft ejection murmur in the pulmonary area. The second sound in the pulmonary area was accentuated and rather widely split. There were no abnormal physical signs present in the respiratory system. The liver was palpable, I finger's breadth below the costal margin. 
